In past decades, lung adenocarcinoma has simply been treated like every other non-small cell lung cancer (NSCLC). More recently, a new concept has emerged for the treatment of this kind of NSCLC: histo-guidance. A study by Scagliotti et al.
In past decades, lung adenocarcinoma has simply been treated like every other non-small cell lung cancer (NSCLC). More recently, a new concept has emerged for the treatment of this kind of NSCLC: histo-guidance. A study by Scagliotti et al. [1] demonstrated different results of a new cisplatin-based chemotherapy-cisplatin-pemetrexed-depending on histology, and therapeutic strategy has since been considered distinct in adenocarcinoma and squamous-cell carcinoma. Even more recently, tyrosine-kinase inhibitors (TKI) favorably challenged the efficacy of chemotherapy in patients with mutated epithelial growth factor receptors (EGFR) [2] [3] [4] . These studies provide a proof of concept of personalized medicine in lung adenocarcinoma. The era when a simple pathologic examination was sufficient to decide on an accurate medical treatment is coming to an end, as we see in breast carcinoma. Today, we must consider lung adenocarcinoma not as a whole, but as a group of distinct diseases that should be treated on the basis of their different molecular profiles.
The first step is Kras testing. Kras is mutated in 25% of patients [5] . These patients are unresponsive to anti-EGFR TKIs; one might consider anti-MEK or anti-c-met drugs for them. The next step could be looking for an EGFR mutation in the adenocarcinoma. For these patients, the key question is no longer whether to give them TKIs or chemotherapy in the first line, but rather how to improve results by overcoming the initial or acquired resistance to these drugs.
In this issue of Targeted Oncology, you will find a new lead in the review by JF Spicer and SM Rudman on BIBW 2992 [6] . This new pan-erb TKI could also block c-met, which appears to be one of the main mechanisms of resistance.
In EGFR wild-type patients, we have to look for the presence of an ALK fusion protein, since ALK fusion protein and EGFR mutations are exclusive. The use of crizotinib [7] should be considered in this setting. For ALK-negative patients, Her2 and Braf could be tested, and specific drugs developed in this indication.
As we can see in this decision-making process, there are targeted answers at each step. Today, two out of ten Caucasian patients have already received targeted therapy as standard treatment with long-lasting results. New techniques such as beaming [8] , SEQUENOM [9] , and cmet immunochemistry [10] are already under exploration and, in the very near future, will provide comprehensive biological profiling, making it possible to provide truly targeted treatment for the vast majority of patients.
As we can see, personalized medicine is no longer a hope or a passing fashion, but a new reality.
